Restoration of plasma volume to normal has been reported to restore pressor response to normal in rats (Dustan & Takagi 1960) and in man (Wanko & Freis 1958) . Experiments by the author fail to confirm this (Ross 1961) . One must conclude that pressor response to noradrenaline does not solely depend upon circulating vascular volume.
(8) An increased sodium content in muscle and other tissues has been reported in hypertensive animals and patients (reviewed by Tobian 1960) . Tobian & Fox (1956) found an increased sodium content in the walls of the femoral arteries of dogs during noradrenaline infusions. A fall in plasma sodium concentration occurs during noradrenaline infusions (Friedman, Friedman & Nakashima 1957 , Friedman, Butt & Friedman 1957 , Ross 1961 . The rise of diastolic pressure during noradrenaline infusions is directly related to the fall of plasma sodium concentration (Ross 1961) . The sodium lost from the plasma moves into cells. The concept that the responsiveness of the vascular musculature to noradrenaline is inversely related to the trans-membrane sodium gradient is supported (Friedman et al. 1959 , Raab 1959 .
Conclusions
The functional relation of the two parts of the adrenal gland is indirect, mediated through the sodium ion. The adrenal cortex indirectly modifies the response to noradrenaline in two ways: (1) By its effect on plasma volume resulting from its control of sodium excretion by the renal tubules,.and (2) by an effect upon the intracellular distribution of the sodium ion.
As an illustration, the consequence of dietary sodium restriction is reduction of plasma volume, which weakens noradrenaline responsiveness but results also in the increased. secretion of aldosterone which potentiates the effect of noradrenaline, perhaps by increasing intracellular sodium content. The net result is the protection of the blood pressure from the results of fluctuation of sodium intake. This description clarified the problem of 'scierocystic ovaries' which had been the subject of many papers in the older literature. The treatment had been suggested by Kosmak (1913-14) and by Walther (1913) . Since then there have been many discussions regarding the causes, diagnosis and pathogenesis of the condition. These, instead of throwing light upon the problem, have tended to aggravate the confusion so that at the First International Congress of Endocrinology (1960) , an American delegate said that this syndrome is the 'garbage can' of ovarian endocrinology.
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This rather confusing situation arises from the choice of the criteria defining the syndrome. Some authors include in the syndrome all cases of hirsutism with oligomenorrhoea; others give the name of Stein-Leventhal syndrome to all large cystic dystrophic ovaries regardless of the origin of the condition, which may be infective, psychogenic or congenital; others consider that the sole criterion is an anatomical one making the SteinLeventhal syndrome synonymous with hyperplasia of the theca interna.
The Criteria The criteria which we accept for the syndrome are the following:
Oligomenorrha'a: This must be extreme, the menses appearing at most four or five times a year, or possibly only twice. Some of our patients have been young girls suffering from primary amenorrhoea, or young girls who have menstruated only once or twice since the menarche. The oligomenorrhea must have grown progressively worse. It often happens that soon after the menarche the cycle is not very long, about 45-60 days, then slowly it becomes longer and may last three or four months or even more. Moreover, the oligomenorrheea is independent of any psychological factor. These patients do not feel the nervous tension noticeable in young girls suffering from acquired polycystic ovarian dystrophy.
Sterility: This is almost always the primary sterility due to the total absence of the formation of corpora lutea. Nevertheless, some patients have had one child or even two because of the occurrence of one or two ovulatory cycles before the age of 22.
Luteal insufficiency: The cause of the sterility is the luteal insufficiency. This diagnosis is made by keeping a basal temperature chart for several months; an assay for pregnanediol performed shortly before menstruation will have negative results; and an endometrial biopsy shows the absence of any secretory pattern.
Hirsutism and obesity: We do not regard these symptoms as being essential elements in the Stein-Leventhal syndrome.
Condition of the ovaries: Physical examination usually reveals enlarged ovaries. They are much harder than normal, and their outlines are smooth without the nodularity of normal ovaries. They are painless, in contrast to the acquired micropolycystic ovaries. Their size remains the same during the menstrual cycle, whereas in infective or psychogenic dystrophy the ovaries become greatly enlarged before menstruation and revert to normal size as soon as menstruation begins. (Crepy et al. 1956 , Jayle et al. 1959 ), this being a variant of Brown's method (Klopper et al. 1955) ; cestrogens by a variant of Brown's method (Brown 1955 , Brown et al. 1957 separating the oestriol fraction from the whole of the cestrone-estradiol fraction.
Results: In a normal woman the 17-ketosteroids fall, in five days, to below 2 mg/24h, and the 17-hydroxycorticosteroids to below 1-5 mg. On the fifth day of cortical inhibition theresidual rate is on the average 15% of the original rate for 17-ketosteroids, and 20% of the original rate for 17-hydroxycorticosteroids. The administration of chorionic gonadotrophin does not modify the excretion of 17-ketosteroids in a normal woman.
Results in the Stein-Leventhal syndrome: In patients suffering from the Stein-Leventhal syndrome we have noted the following differences from the normal:
On the fifth day the residual rate of 17-ketosteroids remains above 2 mg/24h. The amount of 17-ketosteroids in the urine usually rises after the chorionic gonadotrophin is given despite the fact that the adrenocortical inhibition is maintained with dexamethasone. Furthermore, the 17-ketosteroids are constituted almost entirely of androsterone and etiocholanolone (together they constitute about 90 % of the total).
On the other hand, the 17-hydroxycorticoids do not rise. This fact serves as a control proving that the patients have really taken the dexamethasone, and also it supports the extra-adrenal origin of the increased excretion of the 17-ketosteroids after the administration of gonadotrophin.
The fact that the pregnanediol remains low proves the absence of a corpus luteum.
The aestrogens rise considerably. Very often they start rising on the fifth dayofthetestreaching their peak on the twelfth day.
There is a higher proportion of cestriol relative to the amounts of oestrone and oestradiol in the (estrogens, both before and after the stimulation by gonadotrophin. While the normal proportion of aestriol to aestrone+aestradiol is less than 1 5: 1 in the Stein-Leventhal syndrome it is often greater than 2: 1, and sometimes reaches 4: 1. In certain cases a disproportion has been found between androsterone and etiocholanolone, the excretion of the former being sometimes twice that of the latter, which is the reverse of the normal. In the acquired syndrome of micropolycystic ovaries (the most common form of which occurs after abortion and has probably an acquired itiology, both infective and psychogenic) the Table 2 Respes in normal women in the active phase of sexual life The adreno-ovarian system may respond in the same way in patients with masculinizing tumours of the ovary and in some women who are apparently normal as it does in the Stein-Leventhal syndrome. In one case of mammary atrophy with regular luteal cycles, the dynamic test showed a lack of inhibition of the 17-ketosteroid excretion by dexamethasone.
The dynamic test as we have described it is helpful in the diagnosis of the Stein-Leventhal syndrome, but it is no more characteristic than any other of the clinical symptoms or the histological pattern of the ovary.
Chromosomal Study (very much abridged) Three cases' were studied:
One on the borderline between ovarian agenesis and Stein-Leventhal syndrome showed a deletion of the major part of the long arm of one chromosome, identical to Patricia Jacob's case.
Two were typical cases of Stein-Leventhal syndrome as we defined it: In the first we found a mosaic of 46 normal chromosomes and of 47 chromosomes, including 3 X (triplo X). In the second we found a mosaic of 46 normal chromosomes and of 46 chromosomes, one of the X having undergone the same deletion as in the case above mentioned.
The author discusses the relations between the chromosomal defect and the enzymic defect of the syndrome.
In certain cases with marked hirsutism, ' The details of the reports will be published in the Annales d'Endocrinologie.
chorionic gonadotrophin induces an increase of urinary pregnantriol, which seems to result from an enzymic block of the synthesis of the cestrogens, probably related to the chromosomal defect.
